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background: Deferring revascularization of a hemodynamically insignificant, intermediate left main (LM) lesion in the setting of stable coronary 
artery disease is well established. However, in a patient with acute coronary syndrome (ACS) due a left main plaque rupture that has mild 
angiographic appearance and negative fractional flow reserve (FFR), it is unclear whether this strategy still applies.
case:  A 44-year-old female presented with substernal chest pain ongoing for 2 weeks. Her past medical history included diabetes mellitus, chronic 
severe menorrhagia and smoking. Her physical examination showed pale conjunctiva. ECG showed normal sinus rhythm without ST-T abnormalities. 
Serum chemistries were significant for microcytic anemia (Hgb 8.7 GM/dL) and an elevated cTnI, consistent with non-ST-elevation-myocardial 
infarction. A transthoracic echocardiogram was unremarkable. She was thus referred for cardiac catheterization.
Decision-making:  Cardiac catheterization showed a hazy 30% LM lesion. Intra-vascular ultrasound (IVUS) revealed a poorly delineated crescentic 
filling defect in the mid-LM. By IVUS, proximal LM minimal luminal area (MLA) was 24 mm2, distal LM MLA was 22 mm2 and mid LM MLA 8 mm2. 
Optical coherence tomography (OCT) demonstrated significant circumferential thrombus in the mid-LM region. At this point, a decision was made to 
stabilize the patient and observe clinically prior to further intervention. The patient was placed on aspirin and therapeutic heparin, and brought back 
for repeat angiography 48 hours later. Repeat study now showed less haziness of the earlier described 30% LM lesion. OCT now clearly demonstrated 
a ruptured plaque in the mid-LM with a significantly reduced thrombus burden. Mid-LM MLA was 8 mm2 by IVUS. FFR measured across the lesion 
was 0.94. Given these parameters, a decision was made to continue dual anti-platelet therapy, add a glycoprotein IIb/IIIa inhibitor and pursue 
medical therapy only.
conclusion: This case highlights a challenging clinical decision: what to do for an ACS patient, when faced with an unstable lesion (LM plaque 
rupture) that is angiographically and hemodynamically insignificant?
